Previous experimental data indicate the involvement of Ca
A major pathological hallmark of Alzheimer's disease (AD) is the extensive deposition of ␤-amyloid peptides (␤A), primarily in the form of a 42 amino acid sequence (␤A ), forming neuritic plaques in particular in brain areas involved in learning and memory processing (Forloni et al., 1996; Sisodia & Price, 1995; Soto et al., 1994) . Whereas the proposed mechanisms underlying the neurotoxic properties of ␤A are subject to a long-lasting debate, it was demonstrated that above a threshold concentration (Yankner et al., 1990) these peptides act as potent neurotoxins both in vitro and in vivo (Giovannelli et al., 1995; Harkany et al., 1995a,b; Harkany et al., 1998; Laskay et al., 1997; O'Mahony et al., 1998; Pike et al., 1997) . Mattson et al. (Mattson, 1994 , 1995 Mattson et al., 1992) reported that in a conformation-dependent manner ␤A compromise neurons via the rapid derangement of the intracellular
